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DURING the last few years an increasing number of authors has postulated that
a vascular mechanism is responsible for a number of the diseases of the ears, nose,
and throat. It may be useful to consider the relationship of these diseases to one
another and to see if the treatment uised for one could be of any use for the
others. The conditions to be discussed include:
1. Migraine.
2. Meniere's syndrome, in which is included not only Meniere's triad, but also
allied conditions such as sudden perceptive deafness or vertigo without




6. Basilar artery insufficiency.
The differential diagnosis of these conditions need not be described and it is
assumed that all other possibilities have been excluded before making a diagnosis
of any one of them. Each of these conditions can now be described in some
detail.
Migraine.
It has been included, as many patients with this disease are referred as having
sinusitis but may require other treatment. It has long been accepted as a stress
disease with a vascular mechanism, and changes in the calibre of groups of
vessels have been observed during attacks, namely in the retinal vessels and also
intracranial vessels following head injuries which have resulted in craniostomy.
The prodromal symptoms are caused by vaso-constriction, the symptoms varying
according to which vessels are involved. They are often visual and may involve
the vessels of the retina or optic nerve, thereby involving only one eye, or the
vessels of the optic chiasma causing a bitemporal upset, or the vessels anywhere
along the visual pathways from the optic tract to the occipital cortex, causing
homonymous symptoms. Other sensory phenomena are common such as
parasthesix and the well-named Alice in Wonderland phenomenon.
The headache is due to subsequent vasodilatation and is sometimes associated
with nasal obstruction. The site of the ache varies with the site of the dilatation.
If the dilatation is well forward the pain is frontal and if at the occipital region
162the pain is in the neck or up the back of the head. In passing, this may well
explain the so-called vacuum headache often described in nasal conditions.
Meniere's Syndirome.
It has been stated by many writers that Menierc's syndromiie has a vascular
mechanism; chief amongst these are Lermoyez (1919), Passe and Seymuour (1948),
Seymnour (1954a), Wilmot (1957), and Golding-Wood (196aa). Their findings are
well documented and convincing.
Seymour based his beliefs on his experinmental findings. He believed that
symptoms are produced by spasnm of the branches of the internal auditory artery,
occurring either singly or together, that this causes a reduction in the volume
of endolymph. That subsequently there is an accumulation of metabolites in the
endolymph and therefore an increase in its volume, resulting in the typical
hydrops. That with repeated attacks organic changes occur in the vessels of the
stria vascularis and that each attack causes further damage to the organ of Corti.
Seymour's work has not vet been widely accepted, largely because of the
disappointing results of sympathectomy. However, these results cannot invalidate
his experimental findings, for not only has symnpathectomy been disappointing in
the treatment of most conditions for which it has been advocated, but also many
of the cases of Meniere's syndrome in which it has been done have been at a
stage of the disease so advanced that organic changes in the strial vessels have
already occurred and considerable damage has already been done to the organ
of Corti. Seymour's work has received further support fronm the success of
vasodilator drugs, particularly buphenine hydrochloride (perdilatal). Seymour
(1960a).
The other point of importance is the presenicc of emotional tension in these
cases, and attacks are frequently precipitated either by an increase in this tension
or by some physical factor, such as sudden noise or exposure to cold.
Atrophic Rhinitis.
This disease is still classified as of unknowvn atiology, but it seems likely that
it too has a vascular mechanism. Malcolmson (1959) showed that stimulation of
the cervical sympathetic in the cat produced a vasoconstriction and shrinkage
of the nasal mucosa. He subsequently performed a pre-ganglionic superior
cervical sympathectomy on a number of patients with atrophic rhinitis and states
that, provided permanent organic vascular changes have not occurred, then
excellent immediate results ensue, the crusting stops and the mucous membrane
regains its normal appearance. Wilmot (1961b) had a case of early unilateral
atrophic rhinitis in which the nose returned to normal after sympathectomy.
More recently success has been claimed by the use of vasodilator drugs
(De Vincentees and Lucara, 1960).
Taylor and Young (1961) suggested that there were two types of this condition.
One in which the terminal arterioles showed endarteritis and peri-arteritis and
one in which they did not. This could equally well be interpreted as different
stages of the same (vascular) process, the changes in the second type being
reversible.
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This condition has been so named for many years, but the term has become
synonymous with allergic rhinitis. There is no doubt about the allergic nature
of hay fever but Golding-Wood (1961) has shown that many non-allergic noses
not only look and behave like allergic ones but also that smears of the nasal
secretions show large numbers of eosinophils. Skin sensitivity tests carried out in
patients with such noses have usually given non-specific results, and response to
anti-allergic treatment has usually been disappointing. He postulates that this
change is due to over-action of the parasympathetic rather than an antigen-
antibody reaction.
Malcolmson (1959) has shown that in the cat, nasal mucosal swelling and
sneezing are produced by stimulation of the nasal parasympathetic supply. He
then treated a number of patients with what he called non-specific vasomotor
rhinitis by neurectomy. First of all section of the greater superficial petrosal
nerve and subsequently Vidian's nerve. The immediate results were satisfactory.
Golding-Wood quite independently had reached similar conclusions and showed
that stimulation of the greater superficial petrosal nerve in the human produced
marked sneezing. He too treated a number of patients by section of the nasal
parasympathetic supply, at first by dividing the greater superficial petrosal nerve
and later Vidian's nerve. The immediate results were dramatic. The longest
follow-up period was five years and the improvement was maintained throughout.
There is still further evidence of the vascular nature of this condition, for
swelling of the turbinates has been observed in humans, not only after stellate
ganglionectomy but also during the treatment of essential hypertension by the
use of vasodilator drugs such as reserpine, especially in high dosage.
Wilmot (1961b) has performed a sympathetic block in a number of patients
with vasomotor rhinitis. He found that the nasal mucosa returned to normal
size and colour and that the effect lasted for about an hour. It is therefore obvious
that the condition is not due solely to parasympathetic overactivity and that until
we know more about the neuromuscular mechanism controlling the nasal vascular
bed we can only postulate an autonomic imbalance.
That such different conditions as vasomotor rhinitis and atrophic rhinitis should
be due to autonomic imbalance is not as absurd as would at first appear. The
evidence suggests that in one the imbalance occurs mainly at the arterial end
of the vascular bed and in the other at the venous end.
That-emotional stress is an important factor in vasomotor rhinitis was confirmed
by O'Neill and Malcolmson (1954). In their small group of patients the co-
operation of psychiatrist and rhinologist proved most successful.
Bell's Palsy.
That this condition has a vascular mechanism has been fairly widely accepted
for some time. Of recent years Kettel (1959) has been one of the most active
supporters of this theory. Whether the ischamia is produced solely by vaso-
constriction as he believes or to a combination of vasoconstriction plus the
pressure caused by the subsequent swelling of the nerve in its narrow canal as
advocated by Blunt (1956) is not relevant here.
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block repeated every two or three days. He did not use vasodilator drugs, as he
considered that these would have obscured his results. His figures showed that,
provided the patient is young and seen within seven days of the onset (the earlier
the better), the prognosis is improved by treatment. If there is no response
within four weeks he advocates decompression of the nerve, a procedure with
which most authors agree.
Many cases of Bell's palsy seem to have been triggered by exposure to cold,
but there is still a large number in which this has not happened. Emotional
tension has not been invoked in the atiology of this condition, but a more careful
history might be rewarding.
Basilir Airtery Insufficiency (Willianms, 1957).
This condition is seen more often by the neurologist than the otologist. As
the name implies, insufficient blood reaches the basilar artery either because it
has gone into spasm or because insufficient blood is reaching it from one or both
vetrebral arteries. This, in turn, may be due to spasm, haemodynamics, or be
purely mechanical and produced by movements of the head. The symptoms are
of dramatic onset, and the patient notices bilateral visual disturbance of varying
degree from slight up to complete blindness, and severe vertigo with nausea and
vomiting. Other symptoms may also occur such as ataxia, dysarthria, occasional
tinnitus, and parasthesiae, or even complete loss of consciousness.
These usually pass off rapidly, the time taken varying from about two to
forty-five minutes, and the patient is left with a severe headache involving the
occipital region and back of the neck. The vertigo in these cases is probably
largely central.
Again the condition is usually associated with emotional tension and in one
series of cases this was frequently pre-menstrual and occurred soon after the
onset of the menarche (Bickerstaff, 1961).
It now appears that some of these conditions have a number of points in
common.
1. Each has been attributed to vasoconstriction. This, in turn, is attributed to
autonomic imbalance. In all the conditions, except in vasomotor rhinitis,
this imbalance favours the sympathetic nervous system. In vasomotor rhinitis
it favours the parasympathetic nervous system.
2. The autonomic imbalance in four of the six conditions is thought to be
due to emotional tension, the two exceptions being atrophic rhinitis and
Bell's palsy, in which an emotional factor does not appear to have been
considered.
3. In some of the six conditions there is a strong familial tendency, e.g.,
migraine and vasomotor rhinitis.
4. The precipitating factor in all except atrophic rhinitis, in which no factor
has been recorded, is either an increase in emotional tension or is physical,
such as a sudden change in temperature, light or noise, or the presence of
dust; or possiblv a combination of both.
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(a) In the young and due only to vasoconstriction. This group is normo-
or even hypotensive.
(b) In the more elderly, in which arteriosclerosis plays an increasing part.
6. There is frequently a remarkable overlap of these conditions, for instance:
Migraine with Meniere's syndrome.
Migraine with vasomotor rhinitis.
Migraine with Bell's palsy.
Deafness with vasomotor rhinitis.
Bell's palsy with transient atrophic rhinitis.
Bell's palsy with ipsilateral facial ocdema (Melkersson's syndrome).
Migraine with Melkersson's syndrome.
Bell's palsy with Meniere's syndrome.
Usually one symptom dominates but the overlap confirms that these conditions
are not due to local disease but are manifestations of a more central upset mediated
by the autonomic nervous system.
A stage has now been reached in the treatment of these conditions which was
reached in the treatment of essential hypertension some years ago. First came
the realisation that the end organ (the arterioles) was affected by an autonomic
imbalance.
This led to an outbreak of sympathectomy. The immediate results were
encouraging, but soon relapses occurred. The reason for these is not clear, but
there are three possibilities:-
1. All the sympathetic fibres were not destroyed.
2. Regeneration of fibres had occurred.
3. The sensitivity of denervated muscle to circulating substances such as
adrenaline was increased.
These failures led to a search for drugs which would produce the same effect
indefinitely. The first group, the ganglion blocking agents, of which hexa-
methonium is an example, proved to be of considerable value, but search continued
for a drug which would act more centrally, and of these the Rauwolfia
compounds, especially reserpine, proved most successful. Many other drugs
now loosely labelled as tranquillizers, have been used, such as chlorpromazine
(Largactil) and prochlorperazine (Stemetil). Their site of action has not yet been
settled, but it is probably at the hypothalamic centres, although some may have
an action higher still.
The pendulum has now swung back to a peripherally acting drug, guanethidine
(Ismelin) which blocks conduction in post-ganglionic sympathetic fibres only.
As drugs become more efficient they are replacing sympathectomy, not only
in the treatment of hypertension but also Raynaud's disease and allied conditions.
TREATMENT.
If the premise is accepted that these conditions have a vascular mechanism,
then several lines of treatment would be rational.
Sympathectaomy. Both pre- and post-ganglionic sympathectomy have been
used for several of the conditions, hut there is no evidence to suggest that it will
166have any more long-term success in the head and neck than elsewhere. It is
probable that as the drugs available become more efficient, or even as those
already available are used with greater understanding, the number of cases
subjected to sympathectomy will decline. At present there would seem to be
a case for sympathectomy in Meniere's syndrome in those patients who have
failed to respond to intensive drug therapy.
Sympathetic block. It would seem rational to use this for the treatment of
the acute phase of Meniere's syndrome and also in Bell's palsy, for in both
conditions the sooner the vasoconstriction is relieved the better. It is also of help
as a diagnostic procedure in Meniere's syndrome and possibly in atrophic rhinitis.
Parasympathectomy. In vasomotor rhinitis this has proved of great success
(certainly short term) in the otherwise intractable case. However, division of the
parasympathetic elsewhere has proved disappointing (e.g., vagotomy for peptic
ulcer) and only a few patients have sufficient upset to warrant operation, but
at present there is nothing else to offer them.
Drugs. (a) Vasodilators. The use of vasodilator drugs sets a problem much
larger than arises in the treatment of hypertension. A generalised vasodilatation is
not wanted, for with it there will be a fall in the venous return to the heart, a
fall in the cardiac output and consequent fall in blood pressure, so that the end
result is a reduction in the amount of blood reaching the part.
Perdilatal (buphenine hydrochloride) is the outstanding drug available at
present. It acts peripherally on smooth muscle producing a dilatation of the
terminal arterioles. It sometimes produces flushing, headache or slight postural
hypotension, but usually provides adequate local vasodilatation if taken in
sufficient dosage (up to 48 mgms. daily) without side effects. Its value in
Meniere's syndrome is undoubted, and in Bell's palsy it may well prove of greater
value than the repeated stellate blocks advocated by Boyes-Korkis. In atrophic
rhinitis it is at least as effective as most other remedies. In migraine the headache
is due to the vasodilatation which follows the initial vasoconstriction, so we would
expect an attack to be made worse if the drug is taken once the vasodilatation
has begun. This has proved to be so, but some success in preventing attacks has
been achieved by a course of perdilatal. However, it is not clear whether this
is due to the drug or to the fact that someone is taking an interest in the patient
and "selling" him a new treatment.
Ilidar (azapetine phosphate), which is also a vasodilator acting peripherally, has
proved of some success in atrophic rhinitis.
(b) Tranquillizers. Various groups are included in what has become rather an
omnibus term.
(i) The phenothiazine group, which not only includes largactil and stemetil,
but also drugs known to us for other purposes, such as phenergan and
avomine.
(ii) The group containing meprobamate (equanil).
The tranquillizers act more centrally, all by reducing anxiety and turmoil
without putting the patient to sleep, and some also by an action on the autonomic
centres.
167To combine a tranquillizer with a drug acting peripherally would seem rational,
thereby not only reducing emotional tension but also blocking the path to the
target organ.
The beneficial effect of some of the antihistamine drugs such as phenergan in
vasomotor rhinitis may well be due to their central sedative effect rather than
their antihistamine properties.
(c) Sedatives of which phenobarbitone remains supreme.
Diet. For years diet has been used in the treatment of Meniere's syndrome
in the form of restriction of salt and water intake. This was based on the belief
that the symptoms were produced by hydrops of the labyrinth, but Seymour
has shown that this is a secondary effect. The regime seldom had much effect
and is now losing favour.
A reducing diet, however, in those overweight patients in the older age group
may be of benefit, for if there are atheromatous changes around the circle of
Willis or even more proximally in the carotid or vertebral systems, then, provided
the degeneration is in its early stages, the process may be halted or even reversed
for a time.
Pyscibotherapy. By this is meant the treatment which the otologist can carry
out in his consulting room. By careful history taking, examination, and ex-
planation as to how the symptoms are produced the patient can be made to
feel that an interest is being taken in him and helped to come to terms with the
stresses to which he is subjected.
Treatment must be for the whole individual and not just the organ affected.
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